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erformed on arterial lesions causing embolism because of a 
fear of distal embolism occurring during or after PTA. Our 
experience shows a good result of PTA on these emboli- 
genie radiation-induced arterial stenosis, with a prolonged 
relief of ischemic symptoms. 
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24/41/63752 
Regarding "Adverse outcome of  nonoperative 
management of intimal injuries caused by 
penetrating trauma" 
To the Editors: 
We are writing in regard to your recently published 
article entitled "Adverse outcome ofnonoperative manage- 
ment of intimal injuries caused by penetrating trauma" by 
Tufaro et al. (J VASC SURG 1994;19:656-9). The data in 
this interesting study relate to our own studies, which have 
suggested the safety ofnonoperative observation of asymp- 
tomatic nonocclusive arterial injuries. However, we dis- 
agree with the authors' conclusions. 
First of all, this study is retrospective and encompasses 
only 118 patients. Despite these limitations, it attempts to 
refute conclusions made in our three cited articles, which 
were prospective and involved more than 500 patients. 
Second, we have in fact clearly defined our criteria for 
observation of a minimal intimal injury as being those that 
manifest no hard signs and in which the vessel is intact on 
arteriography. Our results clearly justify these criteria, and 
we published a number of arteriographic radiographs to 
remove any doubt with regard to the injuries amenable to 
observation. The authors of this article, however, offer no 
definition of"minimal injuries" and do not provide a single 
arteriogram to demonstrate what they are calling "minimal 
intimal injuries." It is evident that their decisions with 
regard to management were arbitrary, probably differing 
among individual surgeons. This inability to control 
relevant variables is, of course, the major problem with a 
retrospective r view. No indication is given about why 16 
of their patients immediately underwent operation for 
presumably the same category of injuries that were 
observed in the other seven. The absence of arteriograms or
at least pathology reports to document that something was 
present o justify "resection" of intimal flaps in these 16 
cases is somewhat suspicious. The six patients with injuries 
requiring repair on a delayed basis may not have been 
consistent with the kind that we or others watch, and they 
qualify as nothing more than selected anecdotal cases. 
It is well recognized that this group of patients with 
trauma have notoriously poor follow-up. We now have 
unpublished data concerning 139 asymptomatic proximity 
injuries ranging from 14 to 35 months of follow-up (mean 
24.7 months). None of these patients have had develop- 
ment of any evidence of a vascular complication from 
observation alone of a penetrating proximity injury. In 
Tufaro's article, the time period between injury and 
presentation of the six patients requiring delayed repair is 
not cited. 
The mere occurrence of an occasional deterioration of 
an intimal injury observed without operation should not be 
surprising, because we have reported this to occur (in a 
minority of cases)) -3 Tufaro's study actually substantiates 
our argument for the safety ofnonoperative observation, in
that the six patients who subsequently had development of
a complication had these repaired with no limb loss or 
adverse ffect o these patients whatsoever. There is thus no 
basis for their conclusion that all these injuries should be 
found and operated on immediately, because the delay in 
treatment for those who ultimately required surgery caused 
absolutely no harm. In fact, not a single instance of limb 
loss or morbidity has even been reported as a result of 
observation of clinically occult arterial injuries. On the 
other hand, observation allows avoidance of a major 
unnecessary operative procedure on that majority of 
patients whom we showed will never equire surgery in this 
setting. It must not be forgotten that a small percentage of
patients undergoing vascular surgery will have long-term 
complications, such as recurrent occlusions, tenotic lesions 
caused by intimal hyperplasia, nd even limb loss. 
Finally, the authors also do not mention the cost and 
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the approximately 1% complication rate of performing 
arteriography on all patients with proximity injuries 
without hard signs. This study alone resulted in a cost of 
more than $100,000 for performing these xaminations on 
a routine basis, the vast majority of which (95/118) were 
not needed. 
At the University of Florida Health Science Center in 
Jacksonville, we have been following a prospective protocol 
outlining the observation of proximity penetrating injuries 
with no hard signs of vascular trauma for more than 5 years. 
As time goes on and follow-up continues, the data 
overwhelmingly convince us that this is the ideal treatment 
of these patients. Other centers have also prospectively 
confirmed our results, including Francis et al., 4 and Weaver 
et al.5 
We believe that the article by Tufaro et al. is potentially 
misleading for the reasons cited above. As with any 
retrospective study, no conclusions regarding management 
should be inferred from their data. They must now offer 
prospective data to confirm their retrospective observations 
and support heir conclusions, which are clearly at odds 
with all other prospective studies of this issue to date. We 
encourage all centers involved with significant vascular 
trauma to prospectively delineate the appropriate manage- 
ment of occult arterial injuries, because we remain con- 
vinced of the overall benign nature of these lesions, and of 
the clear benefit of observation to these patients. 
James W. Dennis, ME) 
Eric tL Frykberg, A/ID 
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24/41/64192 
Regarding "Atherosclerotic aneurysm formation in 
an in situ saphenous vein graft" 
To the Editors: 
The authors of a recent case report of aneurysmal 
degeneration f a saphenous vein graft may have missed the 
interesting point of their own observations (Alexander JJ
and Liu Y-C; J VASC SURG 1994;20:660-4). They argue 
that the case supports the view that atherosclerosis causes 
aneurysms, because the pathologic ondition of the vein 
graft showed atherosclerotic changes. Almost all aneurysms 
show atherosclerotic changes, even those associated with 
cervical ribs, Marfan's yndrome, and coarctations, because 
the conditions at the flow surface are those that promote 
atherosclerosis. Of the several cases of aneurysmal degen- 
eration of a vein graft that have come to my attention, all 
of the grafts had been done to repair aneurysms of the 
popliteal artery. I believe that the real significance of the 
observations of the authors is that the susceptibility of 
patients to form aneurysms i  a systemic phenomenon that 
may affect veins as well as arteries. 
AS. David Tilson, MD 
Department of Surgery 
St. Luke's-Roosevelt Hospital Center 
428 W. 59th St. 
New York, NY 10019 
24/41/64194 
Combined internal carotid and hypoglossal artery 
endarterectomies in a symptom-free patient with 
contralateral internal carotid artery occlusion 
To the Editors: 
Recently, Fantini et al. reported two patients with 
symptoms of internal carotid artery stenosis and persistent 
hypoglossal artery who underwent successful carotid 
thromboendarterectomy (J Vasc SURG 1994;20:995-9). 
We want to report our experience with an unusual case of 
a symptom-free patient with a combined internal carotid 
and hypoglossal rtery stenosis associated with an occlusion 
of the contralateral internal carotid artery. A successful 
combined internal carotid and hypoglossal endarterectomy 
was carried on. Justification of the procedure and technical 
strategies are discussed. 
CASE REPORT 
A 74-year-old woman with a history of bilateral 
asymptomatic carotid artery bruit was referred for carotid 
artery investigation. On duplex and continuous Doppler 
assessment, the left internal carotid artery was occluded, 
and the left external carotid artery was severely stenotic 
(> 80% surface area reduction). Both right internal and 
external carotid arteries presented high-grade stenosis. The 
left vertebral was patent, but no right vertebral artery was 
detected. The carotid angiogram confirmed these findings 
but further disclosed an extracranial internal carotid artery 
branch taking off 4 cm above the right carotid bifurcation 
with a 60% (cross-diameter) stenosis identified as a 
persistent hypoglossal rtery (Fig. 1,A). The right vertebral 
and posterior communicating arteries (Fig. 1, B) were 
aplastic, whereas the left vertebral artery was hypoplastic. 
